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Methylation state of SOX9 in human glioma and its clinical meanings
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[Abstract] Objective To detect the methylation status and expression level of SOX7 in the human glioma and normal brain
tissues, and evaluate their relationship with the tumorigenesis and prognosis in the patients with gliomas. Methods The methylation
states and expression levels of SOX7 were determined respectively by methylation specific PCR and RT=PCR in 131 samples of gliomas
tissues and 34 samples of the normal brain tissues. The analysis of survival curve was performed by Kplan—Meier method. Results The
methylation rate of SOX7 (71.8%, 94/131) was significantly higher in the glioma tissues than that 32.4% (11/34) in the normal brain
tissues (P<0.01). The methylation rate of SOX7 (81.01%, 64/79) was significantly higher in the WHO grade Il ~IV gliomas tissues than
that (57.69%, 30/52) in the WHO grade [ ~ I gliomas tissues. The expression level of SOX7 mRNA was (0.43+0.15) significantly
higher in the normal brain tissues than that (0.34£0.17) in the glioma tissues (P<0.01). The level of SOX7 mRNA expression (0.38+0.18)
was significantly higher in the WHO grade I ~ Il gliomas tissues than that (0.31£0.66) in the WHO grade Il ~IV gliomas tissues (P<
0.01). The survival time was significantly shorter in the patients with methylation of SOX7 gliomas than that in the patients with non—
methylation of SOX7 gliomas (P<0.05). Conclusions SOX7 is hypermethylated and its expression level was downregulated in human
glioma tissues. The methylation status of SOX7 in the gliomas tissues was closely correlated with glioma patient’s survival time.
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